Primer Sequences. The PCR primers were designed by utilizing regions of 100% homology between human, dog, and horse CLPS sequences (GenBank accession nos. M95529, M63427, and X74503, respectively) corresponding to human exons 2 and 3 such that the primers amplified a region in porcine DNA corresponding to a human intron of 454 bp (Sims and Lowe, 1992) . Primer sequences were: forward primer: 5′-GCGAGAACAGCGAGTGCTCT-3′; reverse primer: 5′-GCAGATGCCAAAGTTGGTGT-3′.
Method of Detection.
The PCR (15 mL final volume)
was performed using 50 ng of porcine genomic DNA, 200 mM of each dNTP, 300 nM each primer, .5 units of Taq polymerase, 1.2 mM MgCl 2 , and PCR buffer (Tris-HCl, 10 mM; KCl, 50 mM; pH 8.3). Thermal cycling began with an initial cycle of 95°C ( 2 min), followed by 35 cycles of 94°C (30 s), 55°C (45 s), and 72°C ( 1 min), and concluded with a final extension at 72°C (10 min). Amplification of porcine genomic DNA resulted in a ∼685 bp product, with ∼590 bp representing intron sequence. Sequencing of the PCR product (GenBank accession no. AF012819) showed that it was 90 and 77% homologous to coding regions of the human and canine CLPS genes, respectively. Digestion of the PCR product with DdeI revealed a polymorphism with two alleles ( Figure 1A ) characterized by bands of 460, 180, and 45 bp ( A allele) and 350, 180, 110, and 45 bp ( B allele).
In heterozygous animals, a second band was present in undigested CLPS PCR product that migrated more slowly than the primary product ( Figure 1B) . Sequencing of the second band could not account for the expected size difference ( ∼80 bp) based on the migration pattern. To test for possible heteroduplex formation resulting as an artifact of the PCR process, a reaction was done by pooling 25 ng of DNA from AA and BB homozygous animals. The resulting product ( Figure 1B ) exhibited the more slowly migrating band, despite the fact that separate amplification of each homozygote resulted in single products of ∼685 bp in size. This result supported the theory of PCR-based heteroduplex formation in AB animals. This occurrence allowed identification of heterozygotes without the need for restriction digest analysis. Following DdeI digestion of heterozygotes, the heteroduplex remained intact ( Figure 1A ).
Inheritance Pattern. Mendelian inheritance of CLPS
was confirmed in seven full-sib families (71 offspring).
Chromosome Location. Individuals from the threegeneration PiGMaP reference families of European Wild Boar × Large White and Meishan × Large White (Archibald et al., 1995) were genotyped for CLPS to determine linkage relationships between the CLPS locus and previously mapped loci. Significant linkage between CLPS and several microsatellite markers and gene markers on porcine chromosome 7 was found (Table 1) , placing CLPS within or near the swine leukocyte antigen complex ( SLA) . Among the genes that are linked to CLPS are the swine major histocompatibility class II DQ beta locus ( SLA-DQB) , the two transporter associated with antigen processing genes ( TAP1 and TAP2) , and the tumor necrosis factor beta gene ( TNFB) . Comments. The CLPS gene has been mapped previously in humans (Sims and Lowe, 1992) to chromosome 6 (pter-p21) and in mice (Warden et al., 1993) to chromosome 17 (17.1 cM). Because both of Figure 1 . (A) DdeI restriction fragment length polymorphism in porcine CLPS PCR products. Restriction digest products were electrophoresed in a 4% agarose gel stained with ethidium bromide. Lane 1: AA genotype; Lane 2: AB genotype; Lane 3: BB genotype. (B) Porcine CLPS PCR product heteroduplex formation. Products were electrophoresed in a 2% agarose gel stained with ethidium bromide. Lane 1: DNA molecular weight markers (pGEM; Promega, Madison, WI); Lane 2: uncut PCR product from AA genotype; Lane 3: uncut PCR product from BB genotype; Lane 4: Uncut PCR product using DNA pooled from AA and BB genotypes as template in the same reaction, resulting in heteroduplex formation; Lane 5: Uncut PCR product from AB genotype, exhibiting heteroduplex formation.
these locations are near the respective major histocompatibility complexes of each species, assignment of CLPS to chromosome 7 near the SLA complex in pigs agrees with predictions based on comparative mapping.
Colipase is a required co-factor for lipase and is a key regulator of dietary lipid metabolism. Colipase reverses inhibition of triglyceride lipase by bile salts, restoring the ability to digest dietary lipids (Sims and Lowe, 1992) . It is formed through trypsin cleavage of procolipase into colipase and enterostatin. Enterostatin plays a role in appetite regulation, specifically as a satiety signal for fat intake. It was the first such signal determined to have the exclusive ability to reduce fat consumption (Erlanson-Albertsson, 1992) . Colipase synthesis is up-regulated in response to a high-fat diet, suggesting the presence of genetic response elements to dietary lipids. This observation shows a cooperation between colipase and enterostatin in body weight regulation through appetite control and fat digestion (Erlanson-Albertsson, 1992) .
The SLA complex has been the focus of many studies to determine its association with production traits. Rothschild et al. (1995) found preliminary evidence for a quantitative trait locus (QTL) affecting backfat depth and birth weight in or near the SLA complex. Colipase, because of its important effects on appetite and lipid metabolism, may represent an attractive candidate gene within this region.
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